We read with interest the article by Fang et al. [1] demonstrating that peritoneal infusion with cold saline for 30 min after surgery decreased adhesion formation in a mouse model. These results indeed confirm our data demonstrating that, in a laparoscopic mouse model, adhesion formation decreases with hypothermia [2] . The data are, moreover, consistent with our observation in mice that intraperitoneal temperatures higher than 37°C increase adhesion formation [3] , as had already been observed after irrigation with saline warmer than 37°C [4] .
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We would be most interested to have some additional information. From the article by Fang et al., it is unclear what the impact of cold saline infusion was upon body temperature of the mice; i.e., to what extent the infusion with cold saline affects the superficial layers, the abdominal cavity, or the entire body. We also were intrigued by the results of cytokines which are nice, but difficult to judge without standard deviations. Moreover we were surprised that some effects lasted for more than 7 days, although it is generally believed that peritoneal repair is completed by postoperative day 7. Also group III is intriguing. Because we know that desiccation occurs when the abdomen is left open, this can be assumed to be the driving mechanism of the increase of adhesions and of the changes in cytokines observed. Therefore, we wonder whether the authors observed any changes in the mesothelium indicating desiccation. Their data do, however, confirm that the peritoneal cavity is a cofactor in adhesion formation at the level of the surgical trauma [5] .
Surprisingly, also in open surgery, Fang et al. did not see de novo adhesions, thus confirming our observations in a laparoscopic mouse model. The time courses of the cytokine concentrations in group IV (desiccation only; no surgical trauma) and group III (desiccation ? surgical trauma) are intriguing in that opening the abdomen (and desiccation) induced such an increase in adhesions, yet affected cytokines only slightly.
In conclusion, we appreciate the promising results that expand to open surgery our observations that in laparoscopy temperature affects adhesion formation.
